measurements to provide a neurobiological account of both normal social functioning and the impairments in social functioning that are considered psychiatric disorders.
In the data presented, pauses of 2 to 3 seconds are the result of behavioural events and the speed of neurobiological processes (1) . To advance our knowledge, these findings must be specifically tested on the external events relevant to different psychiatric disorders. For example, are pauses more common or longer in reaction to stressful situations-or even, at a micro level, in reaction to stressful utterances by another speaker? Pauses of 2 to 3 seconds on their own do not give maximum information. The location of the pauses in terms of language production, interaction, and hypothesized processing factors can be studied to link psychiatric disorders to underlying neurobiological mechanisms through language. In terms of language production, the location of the pauses needs to be studied at 4 stages: at the beginning of turns (when a speaker is just starting a contribution), between clauses (when the ideas may be being formulated), before content words (when word retrieval is in progress), and even within words (when articulation processes are at stake). In terms of interaction, 3 elements need to be investigated: the pauses between speakers, each speaker's kinds of utterance (that is, statements, questions, commands, corrections, or follow-ups), and the relationship between the speakers (for example, higher social position vs subordinate social position). Finally, processing factors such as stress, information processing, planning, executive functions, and the emotional impact of topics will affect neurobiological processing, the use of language, and how that language reflects psychiatric disorders. The results will have clinical significance: they will indicate what kinds of interactions are associated with what kinds of clinically relevant linguistic productions and, specifically, pausing. They will also have significance for basic science: they will indicate what the mechanisms are behind psychiatric disorders that contribute to their language characteristics.
A sufficiently detailed functional account of language links behaviour in psychiatric disorders-what is socially dysfunctional-to the underlying neurobiological mechanisms. Neurobiological mechanisms can be related to specific characteristics of language (for example the pausing reported by Friedman [1] ), and these characteristics of language can be related to the observed characteristics of psychiatric disorders. Language provides a crucial intermediate step in the analysis. It is specific enough to study neurobiologically, and it also describes the phenomena that contribute to, if not define, the social difficulties experienced by individuals with psychiatric disorders (2) .
Psychotic Mania in Bipolar II Depression Related to Sertraline Discontinuation
Dear Editor:
Discontinuing selective serotonin reuptake inhibitors (SSRIs) may induce a syndrome wherein the main neuropsychiatric symptoms are dizziness, shocklike sensations, anxiety, irritability, agitation, and insomnia. These symptoms usually develop 1 to 7 days after either abrupt or gradual discontinuation (1-3). Antidepressant discontinuation may also induce mania, mainly reported with tricyclics and monoamine oxidase inhibitors (MAOIs) but also observed with SSRIs (4). Acute psychosis has been reported in previously nonpsychotic patients following abrupt discontinuation of the MAOI phenelzine (5) . Biological mechanisms may be cholinergic overdrive activating monoaminenergic systems (6) or a hyposerotonergic state arising from SSRI-induced postsynaptic serotonin receptor desensitization coupled with increased serotonin reuptake after discontinuation (7) . I report the case of a patient diagnosed with bipolar disorder II (BD II, depression and hypomania alternating) according to DSM-IV criteria. This patient had a first episode of psychotic mania soon after rapid discontinuation of sertraline. A Medline search did not find similar reports, although 2 similar cases were reported in a case series (4).
Case Report
A 32-year-old woman with long-term BD II had been treated during the last 2 years with sertraline 50 mg daily for depression, which had partially remitted. She was taking no other drugs, and her family doctor tried discontinuing sertraline. The patient took 25 mg daily for 1 week and then discontinued sertraline altogether. After some days, she felt anxiety, irritability, agitation, insomnia, and "electrical shocks" all over her body. A few days later, she became manic, showing marked irritability, insomnia, talkativeness, racing thoughts, psychomotor agitation, increased goal-directed activities, and marked impairment of functioning. Because she could not understand the cause of the very distressing "electrical shocks," she became convinced that family members were inducing the shocks to kill her. The clinical picture worsened in 2 weeks, when she ran away from home for fear of being killed. At this point, she was involuntarily committed to hospital. After 2 weeks of treatment with a neuroleptic, her delusions and mania disappeared, and she became mildly depressed. In the following weeks, after the neuroleptic dosage was gradually reduced, her mood became normal.
My own long-term research on BD II supports her diagnosis. Because she had never had mania, a spontaneous cycling concurrent with sertraline discontinuation seems unlikely. However, switching from BD II to BD I during long-term follow-up has been reported in a small percentage of patients (8) . Mania-related confounding elements could be antidepressant-induced mania, agitated depression, and SSRI discontinuation syndrome (4) . Antidepressant-induced mania usually appears 3 to 6 weeks after
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The Canadian Journal of Psychiatry antidepressant institution (9) and seems unlikely in this case because this patient had been taking sertraline for 2 years. Agitated depression also seems unlikely: she was agitated and manic. The timing of the symptoms suggests a link with sertraline discontinuation. However, while she showed some typical symptoms of SSRI discontinuation syndrome, psychotic mania is not listed among them (1, 2) . It seems that the psychotic mania presented by this patient may be related to mania induced by antidepressant discontinuation. This case presents a link between such mania and SSRI discontinuation syndrome. The link is the shock-like sensations, which she believed were induced by family members to kill her. The mechanism underlying this psychotic mania after sertraline discontinuation may be a hyposerotonergic state (7) . The serotonin system is closely linked with the dopamine system: increased serotonin reduces dopamine activity, and reduced serotonin increases dopamine activity (10) . Because increased dopamine has historically been linked to psychosis and mania (11) , discontinuing sertraline may have increased dopamine activity too greatly. The bipolar vulnerability of this patient may have heightened her sensitivity to this effect. It seems likely that, owing to sertraline's weak dopamine reuptake blockade, these biochemical effects overcame sertraline's possible downregulating effect on dopamine receptors (12) .
Franco Benazzi Forlí, Italy

Délirium associé à l'azithromycine
Cher redacteur :
Le délirium est rarement associé à l'administration d'antibiotiques (1) . Deux cas sont ici rapportés où le délirium coïncide avec l'administration de certains antibiotiques de type macrolide au dosage quotidien de 500 mg intraveineux durant quatre jours. 
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